begun four days earlier; on the day before admission this had progressed to severe retching and vomiting and he missed his insulin injections (Human Mixtard 30/70, 40 and 20 units daily). There was a history of recurrent prolonged hypoglycaemic episodes leading to mild to moderate cognitive impairment. Clinically he was very dehydrated with Kussmaul respiration. He was afebrile, with blood pressure 148/89 mmHg and heart rate 140 per minute. Subcutaneous emphysema was palpable in the supraclavicular fossae. Biochemical investigations confirmed DKA with plasma glucose 43.5 mmol/L, arterial blood pH 7.23, bicarbonate 9 mmol/L, PaCO 2 3.3 kPa and PaO 2 16.8 kPa. Urine dipstix showed heavy ketonuria (3+). He also had compensatory hyponatraemia (Na + 125 mmol/L) and mild renal impairment (K + 4.6 mmol/L, urea 18.5 mmol/L, creatinine 141 mmol/L). A chest radiograph confirmed interstitial emphysema and pneumomediastinum. There was no pneumothorax. Treatment was with intravenous fluid, insulin and a course of antibiotics (cefuroxime and metronidazole) to cover possible oesophageal rupture. A water-soluble contrast swallow study later excluded oesophageal perforation. He gradually improved over the next 48 hours, and the interstitial emphysema resolved over four days. A chest radiograph 2 weeks after admission showed complete resolution of the pneumomediastinum.
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COMMENT
The incidence of pneumomediastinum complicating DKA is likely to be underestimated because the resultant breathlessness tends to be overshadowed by hyperventilation due to DKA. Symptoms such as retrosternal pain are uncommon. Subcutaneous emphysema is present in about half the cases. Occasionally, a crackling or crunching sound synchronous with the heart beat (Hamman's sign) is audible over the left sternal edge 1 . The major differential diagnosis is oesophageal rupture (Boerhaave's syndrome), which should be excluded by contrast study or endoscopy.
In DKA, several factors may contribute to the development of pneumomediastinum 2 . Severe vomiting in DKA produces a Valsalva-like effect with large momentary swings in intrathoracic pressure which can lead to alveolar rupture 3 . This is much more likely to occur when alveoli are already susceptible due to over-distension during Kussmaul respiration. Rupture of the alveolar wall introduces air into the perivascular adventitia, leading to interstitial emphysema. Interestingly, however, pneumomediastinum in association with severe DKA has been described in the absence of cough and vomiting 4 . This prompts the speculation that in some instances the alveolar wall is weakened by the metabolic derangement of ketoacidosis. In the published work there are indications that rupture may be due to constitutional weakness. Males outnumber females and the typical patient is young 4, 5 . Most are under 20, and before the present case the oldest reported was 29 5 .
The prognosis of pneumomediastinum complicating DKA is excellent without special interventions other than management of DKA. Swellings of the neck can present a difficult diagnostic challenge, especially when bilateral.
CASE HISTORY
A domiciliary visit was requested on an 81-year-old male smoker because of weight loss, shortness of breath and general weakness. He had lately been in hospital elsewhere with pneumonia. The most striking feature on physical examination was the massive swelling on either side of his neck (Figure 1 ). For 25 years he had had swelling of the right cheek and for 9 years swelling of the left cheek. These caused little discomfort; both had become progressively larger over the past year. The swellings were cystic, with a little tenderness to pressure on the right. A core biopsy was attempted on both lesions, but only purulent fluid was obtained. Cultures were negative. Cytology showed no malignant cells; otherwise the samples were poorly cellular. Ultrasound of the neck showed that the swellings were predominantly cystic, and uniformly low-level echoes suggested proteinaceous content. On a CT scan, welldefined cystic masses on each side of the neck were seen to arise from behind the angle of the mandible to the level of the hyoid (Figure 2 ). There was no cervical adenopathy. The neck swellings were thought to be longstanding branchial cysts. Unfortunately, radiological imaging showed metastatic disease within the liver from a primary bronchogenic carcinoma. Also, ultrasound suggested a lesion in one kidney. The patient's condition deteriorated rapidly and he died peacefully in hospital. At necropsy two primary tumours were found-a poorly differentiated non-smallcell bronchogenic carcinoma with hepatic metastases, and a small renal cell carcinoma. The neck cysts were confirmed as branchial, measuring 13Â9Â5 cm on the left and 17Â10Â8 cm on the right. On histological examination the walls of the cysts contained abundant lymphoid tissue with an attenuated lining of squamous epithelium; there were many cholesterol clefts.
COMMENT
There are reports of branchial cysts up to the age of 60 years 1 , but we have found no record of bilateral branchial cysts in older patients. These cysts emerge in the anterior triangle of the neck under the anterior border of sternocleidomastoid where the upper third meets the middle third. They present most commonly in males, usually on the left side, after the age of 10 years and peaking in the third decade of life. The cyst fluid contains cholesterol crystals.
There are several theories about the origin of branchial cysts. They may represent remnants of pharyngeal pouches or branchial clefts or they could be due to the nondisappearance of the cervical sinus (where the second branchial arch grows down over the third and fourth). Most are lined by squamous epithelium and have lymphoid tissue in the wall-hence the notion that cyst epithelium arises from lymph node squamous epithelium 2 .
A thorough history and examination will provide clues to the diagnosis but radiological imaging, fine-needle aspiration and core biopsy may be required 3 . The differential diagnosis of swelling in the neck lies between a parotid tumour, lymphadenopathy, thyroid disease, cystic hygroma, branchial cyst and a carotid body tumour. Ultrasound of a branchial cyst shows a uniformly low echogenicity 4 that distinguishes these lesions from other tumours and allows prompt surgical treatment. If a parotid mass is suspected a CT scan is advisable, to define the extent of the mass and whether there is involvement of the deep lobe or the parapharyngeal space 5 . MRI provides the best information because of greater tissue contrast resolution and multiplanar images 1 . Fine-needle aspiration and examination of the aspirate may be used to differentiate conditions that clinically mimic each other-for example, cystic nodal metastasis 6 . If an aspirate sample is insufficient or nondiagnostic, a core biopsy will be required. Treatment is by excision. Patients with Henoch-Schönlein purpura are sometimes referred for a general surgical opinion because of abdominal pain or gastrointestinal bleeding. Surgical intervention is seldom needed.
CASE HISTORY
A man of 41 was admitted by the medical team with a 4-day history of a purpuric rash covering his legs and buttocks, oedema of the ankles and wrists, generalized arthralgia, abdominal pain, rectal bleeding and vomiting. He was dehydrated and tachycardic; his abdomen was distended but non-tender; bowel sounds were absent; inflamed rectal mucosa was seen by rigid sigmoidoscopy. No free intraabdominal gas was evident on plain abdominal and chest radiography. These findings were consistent with the diagnosis of ileus secondary to a generalized vasculitis. After two days of conservative management the patient became oliguric and developed proteinuria with deteriorat-ing renal function. Parenteral steroid therapy was instituted and renal and skin biopsies were taken which subsequently confirmed the diagnosis of Henoch-Schönlein purpura (HSP). 4 days after admission his abdominal pain worsened and he developed tenderness with guarding in the right iliac fossa. Laparotomy disclosed hyperaemic small bowel, 2 litres of ascitic fluid and 45 cm of infarcted ileum. The infarcted bowel was resected, a double-barrelled ileostomy was formed and the patient was nursed in the intensive care unit for 48 hours. The ileostomy produced up to 7 litres of fluid per day, requiring careful fluid management; over 6 months the patient had to be readmitted intermittently for rehydration. Steroids were stopped after 9 months and the stoma was closed 3 months later; he subsequently made a good recovery.
COMMENT HSP is rare in adults; less than one-third of patients with HSP admitted to hospital are over 20. Typically, an acute phase is followed by intermittent relapses in the following months. The aetiology is unclear and bacteria, viruses, vaccines, drugs, foods and exposure to cold have all come under suspicion. The clinical manifestations are due to deposition of IgA immune complexes on the intima of small blood vessels, leading to complement activation, leukocyte recruitment and destruction of endothelial cells. Skin biopsy reveals a leukocytoclastic vasculitis with necrotic vessel walls containing neutrophils surrounded by fibrin strands.
Abdominal symptoms in HSP are caused by haemorrhage and oedema within the bowel wall and mesentery. They occur in up to 56% of adults and are the presenting feature in 15% 1 . Pain is typically colicky and poorly localized, sometimes accompanied by vomiting and bloody diarrhoea. In adults, surgical intervention is seldom necessary 2 , whereas in children HSP is complicated by intussusception (2%), perforation (0.5%) and infarction (0.5%). Only one adult case of intestinal infarction secondary to HSP has been reported to our knowledge; that patient died 3 .
Early involvement of the surgical team, enabling them to make frequent clinical assessments of the patient and identify deterioration, is probably the best way to avoid abdominal catastrophes in HSP.
